confounding factors such as smoking habits and maternal age at birth. However, in a subgroup of women the maternal age at birth (n ¼ 4575) were available and as discussed we found no association between an early age at menarche and an early age of pregnancy (Fukuda et al., 2011) . We have previously shown that parental periconceptional smoking reduces sex ratio of newborn infants (Fukuda et al., 2002a, b) . Further, we do have available data concerning the smoking habits of a subgroup of women in the present study (n ¼ 7530 women). We found that the percentage of maternal smoking in relation to age of menarche was as follows: 1/10 at 9 years and 18/168 at 10 years; overall 10.7% which was quite similar to that of the rest of the women (770/7352: 10.5%). The percentage of smoking by the husbands (paternal smoking) among spouses, who showed early menarche (7/10 at 9 years and 118/168 at 10 years) was overall 70.2%, which was also quite similar to that of the rest (5183/ 7352:70.5%). Thus although the smoking habits of all parents of the present study were not recorded originally, information was available on a substantial part of the population. It appears that the results of our study are not affected by these potential confounding factors, although our study relied on univariate association between menarcheal age and offspring sex ratio. Helle and Lilley (2008) assessed the association between age at menarche and offspring sex ratio using the data on 243 post-menopausal Finnish women having a total of 500 offspring. They showed no association between maternal age at menarche and offspring sex ratio. They used postmenopausal women (the mean menarcheal age: 13.04 years) whereas we used premenopausal women (the mean menarcheal age: 12.78). The difference between their finding and ours might be partially due to the age difference (older population versus younger population). However, our study included around 40 times more women than their study and is much more likely to detect these subtle changes in the sex ratio after all.
We also thank Dr. Jia Jin and Prof. Zhou Rong for their interest in our work. They suggest a number of possible confounding factors to affect the sex ratio in relation to menarcheal age such as BMI, participant nutritional status, delivery times and so on. We do not claim to have established a cause-effect relationship between the age of menarche and the sex ratio of children born and many confounding factors can be envisioned to affect the results. However, we have included information from a large cohort of women and even then-of course-the number of observations in the flanking regions becomes smaller than in the middle majority groups. However, this does not distract from the fact that potential important information can be generated and indeed may inspire new investigations in this field. A sperm's tail: the importance of getting it right Sir, In mammals the entire sperm, including the tail, enters the oocyte at fertilization. With the notable exception of rodents, a sperm-borne centrosome is responsible for the formation of the zygote centrosome and thus for pronuclear apposition, and the sperm tail is often associated with one of the spindle poles at first mitosis (Schatten, 1994; Sutovsly and Schatten, 2000; Schatten and Sun, 2009 ). However, although this simple fact is appropriately acknowledged in some major textbooks of cell, development and reproductive biology (e.g. Neill, 2006; Alberts et al., 2008; Gilbert, 2010) , there is still some confusion in the field, with many students, researchers, practitioners and authors presuming the sperm tail remains outside the oocyte/zygote, despite articles specifically tackling this misconception (e.g. AnkelSimons and Cummins, 1996) . The rationalization for this error probably resides in the fact that mitochondria (and mitochondrial DNA) are maternally inherited. Given that the sperm carries paternal mitochondria in the mid-piece, the 'tail outside' theory provides a neat explanation for maternal-only mitochondrial inheritance: there are no paternal mitochondria in the embryo because they never enter the oocyte (Ankel-Simons and Cummins, 1996) . The problem with this scenario is that it is simply wrong. Sperm mitochondria do enter the oocyte, but are destroyed within, with cases of paternal mitochondrial DNA transmission being reported when this process is not efficiently completed St John et al., 2004; Ramalho-Santos et al., 2009) . The end result in terms of mitochondrial inheritance is the same, the reasons for it completely different.
However, most schematic representations of fertilization in the literature, namely in textbooks and review articles, are often ambiguous, either clearly showing the tail outside the oocyte, or leaving room for reader interpretation, or neglecting to represent the tail at all. It is at if graphic artists and authors themselves have doubts. Two recent examples in Human Reproduction Update (Kashir et al., 2010; Brunet and Verlhac, 2011;  Figure 2 in both cases) exemplify this perfectly. The quality of both these excellent reviews is not in question, nor is the fact that the fate of the sperm tail is of minor importance to the subjects discussed in either case. Regardless, outstanding reference journals such as Human Reproduction Update should set the standard (and record) straight in all matters related to Reproduction, and both representations could have been easily adjusted to more faithfully represent the proper events of fertilization while keeping the main focus of the reviews intact. A wrong detail is still wrong, and there is no reason for this mistake to be continually perpetuated in the literature, be it by error, ambiguity or omission.
